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Conclusion

HDM allergens affect RSV infection and host defense. Specifically, what are  intervals to 48 hours or harvested or lysed for PCR.

the critical host proteins that mediate local control of RSV and what are the APre- or post-treatment with HDM extract decreasesRSV infection in
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ADer p 1 decreases RSV infection, but does not affect most ISGs tested,
with some increases in proinflammatory cytokines
APartially mitigated by heat inactivation and E -64 treatment
ATherefore, Der p 1 reproduces the antiviral effect of HDM extract, but
not most of the iImmunologic parameters that we measured (and that are
often measured)
A Defining the mechanism by which Der p 1 decreases RSV infection will
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M genes (gRSV) was propagated in Vero cells at an input multiplicity of
Infection (MOI) of 0.01 PFU/cell and grown for 6 -8 days in Optipro serum
free medium (Life Technologies, Grand Island, NY) supplemented with 4
mM L -glutamine (Life Technologies). Cells were harvested and the virus
was purified over a sucrose gradient. Virus was resuspended in RPMI 1640
supplemented with 2mM L -glutamine, snap-frozen, and stored at-80°C
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Figure 4. Cysteine protease E64 treatment of Der p 1 partially effected Der
P 1 inhibition of RSV spread, while E-64 treatment of HDM had no effect.
BEAS-2B cells were treated with 100ug/mL HDM or Der p 1 incubated with
10ng/mL E -64. Data are presented as mearN SD for four experiments
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